Professor Robinson has described the importance of lipoprotein lipase (clearing factor lipase) for the initial phase in the clearance of plasma triglycerides, whether exogenous and present as chylomicrons or endogenous and present as very-low-density lipoprotein (VLDL). It acts by splitting off the fatty acids which are then taken up by the cells. Our interest in hypertriglyceridaemia was extended to the later phases of the clearance process as a result of an unusual case described below.
Case A.A. was a man aged 50 with massive hypertriglyceridaemia, with plasma levels sometimes exceeding 150 mmol/12 (approximately 12 500 mg/100 ml) compared with the normal of about 1-2 mmol/l. Initially, fasting plasma looked like cream and most of the triglyceride was present in the chylomicrons, ie, in particles with Sf>400, but there was also elevation of the VLDL with Sf < 400 ( Gustafson, Alaupovic, and Furman (1965) 'Fractions A and B comprise the chylomicrons.
as type V (World Health Organization Memorandum, 1970 ).
An example of the large fluctuation in plasma triglycet ide concentration that occurred with variations in the diet is given in figure 1. The patient was extremely fat-sensitive and on a fat-rich diet plasma 'Supported by grants from the Swedish Medical Research Council (19x-204) '1 mmol/l = 88.5 mg/100 ml for triolein triglycerides increased almost to 200 mmol/1 (or about 17 500 mg/100 ml). However, a fat-poor diet, and even starvation, did not bring the level below 50 mmol/1, and over a period of several years the level has usually fluctuated between about 50 and 150 mmol/l. Although alimentary lipaemia was exaggerated it was rapidly cleared by intravenous heparin, the free fatty acid concentration in the plasma increasing at the same time. Moreover, the plasma lipolytic activity 45 minutes after intravenous heparin (Boberg and Carlson, 1964) has been assayed on several occasions, with plasma triglyceride concentrations varying from 6 to 90 mmol/l depending on treatment (see below), and the results have always fallen in the range 73-124 mmol glycerol/minute/1 compared with our normal range of 60 to 140 (Boberg, 1972) . These findings suggest a defect in removal of triglycerides in the presence of normal postheparin lipoprotein lipase activity.
A point of great interest is the therapeutic response to treatment with nicotinic acid (fig 2) . Not only did the plasma triglyceride concentration fall completely, though slowly, to normal during treatment, but it remained normal for many weeks after stopping treatment, after which it increased slowly. A similar, though somewhat slower, response was also obtained with nicotinamide, which usually has no effect on hyperlipidaemia, and once again the level of triglyceride remained almost normal for several weeks when treatment was stopped. The plasma cholesterol behaved in the same way as the triglycerides, as would be expected from the reduction in lipoprotein molecules (chylomicrons and VLDL) which contain not only triglycerides but also cholesterol. A complete plasma lipoprotein analysis of this case before and after treatment is given elsewhere (Carlson, Froberg, and Oro, 1972 In order to explore the possibility that a defect in the processes involved in the uptake and esterification of fatty acids existed in our patient the uptake of fatty acids by adipose tissue was studied in vitro; 200 mg of adipose tissue was incubated for two hours in a medium containing 3H-labelled fatty acids and 14C-labelled glucose (macro-method). After incubation the tissues were homogenized, the lipids separated, the glycerides hydrolysed, and the radioactivities determined in the fatty acid and glycerol moieties (Carlson, Eriksson, and Walldius, 1973 
